Introduction:
Stomach cancer has been recognized for several millennia 1 and worldwide, however, it is the second leading cause of cancer related death 2 . In the early 1970s, Correa formulated a multi-step model of gastric cancer, which postulated a temporal sequence of pathologic changes that led from chronic (Type-B) gastritis to atrophic gastritis, intestinal metaplasia, and dysplasia and the eventual development of gastric cancer 3 . Our understanding of gastric cancer underwent a marked shift with the re-discovery of Helicobacter pylori 1 . In the late1970s Warren also noted the bacteria, and in 1982 Barry Marshall and Robin Warren were able to culture the organism and proved the association with gastritis and peptic ulcer disease 4 . It was recognized as a separate genus and renamed "Helicobacter pylori" in 1989 1 . Self-ingestion experiments by Marshall 5 and Morris 6 and later experiments with volunteers 7 demonstrated that this bacteria can colonize the human stomach, thereby inducing inflammation of the gastric mucosa. Further studies suggested that gastric colonization with H. pylori can lead to a variety of upper gastrointestinal disorders, such as chronic gastritis, peptic ulcer disease, gastric mucosa associated lymphoid tissue lymphoma (MALT lymphoma), and gastric cancer. Robin Warren and Barry Marshall were awarded Nobel Prize 2005 in Physiology or Medicine for their "discovery of the bacterium Helicobacter pylori and its role in gastritis and peptic ulcer disease." 8 A causal relationship between Helicobacter pylori and gastric cancer was first postulated by Marshall 
RESULTS AND OBSERVATION
A total of 48 patients of suspected gastric malignancy attending the gastroenterology department of Sylhet MAG Osmani medical college and a private practice in the Sylhet city was included in this study.
in 1983 8 . H. pylori is the first bacterium identified as being carcinogenic in humans 9 . The association between gastric adenocarcinoma and H. pylori was confirmed by many subsequent investigations, leading to the consensus that the bacterium is a class 1 carcinogen 9 . Helicobacter infection is the leading cause of gastric cancer worldwide 3 . There is increasing evidence that persistent infection with Helicobacter pylori is a risk factor for gastric adenocarcinoma [10] [11] especially of the distal stomach 12 . The evidence comes mainly from epidemiological investigations [13] [14] including nested case control studies [15] [16] and molecular and pathological studies support its biological plausibility 17 . However, although H. pylori infection is highly prevalent in patients with gastric cancer, most H. pylori infected persons never develop these neoplasms 18 . A logical next step is to identify other factors that more precisely determine risk among H. pylori infected persons. H. pylori strains are highly diverse 19 . and individuals may harbour more than one strain 20 .
Helicobacter pylori is not a clonal organism and exhibits great genetic diversity [21] [22] . At the phenotypic level, strains can be characterized into two types: those that contain a gene associated with cytotoxin expression, the so called CagA gene, and those that do not 23 
Sex of the Patient Female Male
The age range of total 80 patients was between 21 and 90 years with the mean age of 51.89 with std. deviation ±16.93. The highest number of subjects (21 in number) were seen in 6th decade. 
Histologic Sub Type Sex of the Patient Female Male
Statistics reveals that there is no significant difference between case and control (chi-square test; p=1.00) 23 . Studies of gastric carcinoma relating H. pylori infection had been carried out in our country. But no study relating gastric carcinoma with CagA+ status has been carried out yet. So, this study had been planned to see the association between socio-demographic determinants and gastric carcinoma in CagA+ H. pylori strains.
In this study, age range of total 80 patients (case and control) was between 21 and 90 years with the mean age of 51.89 with standard deviation 16.93 (SD±16.93). The highest number of subjects (21 in number) fall in the age group 51-60 years (Table-1 ). The number of males was 49 and the number of females was 31. The overall male: female ratio was 1.58: 1 (Table-2 ). Study also discloses that among cases, who were habituated with betel leaf and betel-nut ranking the highest (16 in number) ( Table-3 ). Here, we see positivity of H. pylori IgG antibody is 100% among study subjects (Table-4 (Table-6 ).
There are many studies, which reveal that there is association between gastric carcinoma and CagA positivity. Such as, findings observed by Asahi and associates (2000) 33 , Segal (1999) 34 and Atherton (1995) 35 . Study carried out by Kuipers and associates (1995) 36 , Blaser and
